Osteogenesis imperfecta is often regarded as a form of osteoporosis. In many cases, particularly those in whom the first fracture occurs outside the neonatal period, bones that have not been fractured may appear radiologically normal. In a group of 24 adults with osteogenesis imperfecta the thickness of the metacarpal cortex was normal but their bones were often slender.
Introduction
Osteogenesis imperfecta is a generic term for a poorly defined group of disorders characterised by abnormal fragility of the bones in childhood. In most patients who have fractures before or at the time of birth the radiological abnormalities are obvious. In others, notably those whose first fracture occurs later, the skeleton may appear normal during the first few years of life. A wide variety of radiological abnormalities are found later in childhood.' Some of these abnormalities may not be features of the underlying disease but simply result from previous fractures and the immobilisation required during treatment.
To test this suggestion the metacarpal cortex of adults with osteogenesis imperfecta was measured. The second right metacarpal was chosen because very full information is available on normal adults and because metacarpals are seldom fractured.
Patients and methods
Sixteen women and eight men with osteogenesis imperfecta were studied. Apart from two women and three men all had a family history of the disease and would be regarded as having the benign dominantly inherited disorder. The number of fractures varied from three to over 
SHORT REPORTS
Epilepsy in Paget's disease of the skull Paget's disease of the skull has several different neurological complications including headache, deafness, optic atrophy, basilar invagination with compression of the hind brain, and hydrocephalus with dementia.1 2 We have been unable to trace a reference to epilepsy as a complication, and we think the following two histories illustrating the association of the two disorders are interesting.
Case reports
Case 1-An Englishman aged 52 presented in March 1976 giving a threemonth history of three attacks of loss of consciousness. His wife had witnessed the attacks and described mouth drooping, head shaking, eyes rolling, and generalised involuntary movements. On regaining consciousness he complained of severe headache and tiredness but was not aware he had had the attack. He had suffered from migraine until two years before, but there was no previous or family history of epilepsy. Results of investigations were as follows: nervous and cardiovascular systems normal; blood pressure 140/80 mm Hg; skull radiography, a localised area of osteoporosis in the left frontotemporal region (see figure) ; electroencephalography, focal sharp
